History: Admitted to the Radcliffe Infirmary, having been found pale and collapsed in her cot one hour before. A first child of forty-one weeks gestation, birth weight 7 lb 5 oz (3 3 kg), she was well until the night preceding her admission, when she failed to wake for a 2 a.m. feed and was found at 6 a.m. collapsed and pale, having vomited. Her general practitioner noted a respiratory rate of 100 per minute and that she appeared to have pneumonia. He gave 1 mega unit of intramuscular penicillin and sent her to hospital. On the journey she had a convulsion and on arrival was apyrexial and almost moribund, with a respiratory rate of 50 per minute. There were no localizing signs but the limbs would twitch if she was stimulated. She was given 30 mg of intramuscular phenobarbitone immediately. Blood sugar (Dextrostix method) was less than 40 mg/ 100 ml; by the gh4cose oxidase method it was less than 10 mg/100 ml. Whilst an infusion was set up the child had a cardiac arrest which responded to intubation, external cardiac massage, intravenous hydrocortisone and 40 ml of normal saline. After four hours the blood sugar was 100 mg/100 ml and it never again fell below 80 mg/100 ml.
Investigations: On admission, sodium 154, chloride 119, potassium 5 8, calcium 4-6, bicarbonate 13 mEq/1. Urea 104 mg/100 ml. Hb 112%, WBC 15,000/m3. CSF protein 150 mg/ 100 ml.
The mother was an unreliable witness. At first she said that shortly before admission the child had passed a red stool and had previously been constipated, to correct which she had given her one teaspoon of castor oil. As the baby had later vomited and a suspicious lump was palpable in the right hypochrondrium, it was thought advisable, as soon as the child's clinical state allowed, to open the abdomen and exclude a possible intussusception. The diagnosis was not confirmed. Two days after admission the child became spastic, more particularly on the right side and further questioning of the parents led to a number of conflicting statements. As no cause for the hypoglycemia had been found, and as the changing story suggested that a poison might have been administered, salicylate levels were estimated.
Blood levels of 5 and 7T5 mg were found 31 days and 44 days after admission, the level falling to zero on the seventh day.
No specific treatment was given after the fifth day at which stage the child's condition began to improve. EEG on the second day in hospital had showed widespread bilateral abnormalities, but reverted to normal by the nineteenth day. Glucagon and six-hour glucose tolerance tests were normal. The baby was discharged well on the 32nd day. At 44 months she had had no further fits and was physically and developmentally normal.
Discussion
The association of hypoglycemia with salicylate poisoning has already been well recorded in adults and older children (Williamson 1901 , Mortimer & Lepow 1962 , Cotton & Fahlberg 1964 , Pickering 1964 , Smith & Smith 1966 ). It has not previously been reported in the neonatal period. It is suggested that in the present case salicylate poisoning was the probable cause of the hypoglycemia, which in turn gave rise to the convulsion. The hypoglycemic effect of salicylate has been known since Williamson advocated its use in the treatment of diabetes mellitus in 1901. The exact mechanism remains debatable but is possibly due to uncoupling of oxidative phosphorylation. It is thought that the mother gave her infant aspirin in the belief that it would act as a hypnotic, but the border-line between deliberate and accidental poisoning is not always easy to define, and in some cases it may have a similar etiology to the 'battered baby' syndrome, the trauma having a chemical rather than a physical basis.
